A seed lot of strain SF 1684 of rhinovirus type 2 prepared in human embryonic lung cells (WI-38) contained aggregates which interfered with its neutralization by homotypic or homologous antisera. The same virus showed no evidence of aggregation at five other passage levels studied. Virus in the seed lot was not identified correctly, and the titer of homologous antiserum was mistakenly considered to be low as a result of neutralization tests conducted with the aggregated virus. Filtration and a more easily effected treatment with sodium deoxycholate (1%) disaggregated the virus and restored its susceptibility to neutralization by homologous and homotypic antiserum.
A seed lot of strain SF 1684 of rhinovirus type 2 prepared in human embryonic lung cells (WI-38) contained aggregates which interfered with its neutralization by homotypic or homologous antisera. The same virus showed no evidence of aggregation at five other passage levels studied. Virus in the seed lot was not identified correctly, and the titer of homologous antiserum was mistakenly considered to be low as a result of neutralization tests conducted with the aggregated virus. Filtration and a more easily effected treatment with sodium deoxycholate (1%) disaggregated the virus and restored its susceptibility to neutralization by homologous and homotypic antiserum.
The abundance of rhinovirus (RV) serotypes, 89 thus far, and the existence of antigenic variants (5, 7) present a problem in identifying unknown RV. This report concerns an additional technical problem, the formation of aggregates of an unidentified RV at only one cell culture passage level. These aggregates resulted in the failure of the virus to be identified and led to confusion in the titration of the homologous antiserum. Aggregation as a cause of neutralization failure has been recognized to occur with many different viruses (8) The present report describes what is assumed to be another example of viral aggregation leading to resistance to neutralization. In this instance, significant aggregation occurred at only one passage level of one lot of the virus in question. Preparation of a monodispersed sample of virus by filtration or treatment with DOC with or without trypsin resulted in neutralization of the virus at the expected dilution of antiserum. Since DOC through its detergent action (6) is known to disrupt both hydrophobic and weak to moderately strong electrostatic bonds, its effectiveness in this case suggests that aggregation of the virions may have resulted from the formation of such bonds between the virions and membrane fragments or other components released from cell disruption. Black et al. have proposed that the membrane-like structures associated with aggregates of simian virus 40 are probably lipoprotein in nature (1) .
